and in revised form 22 February 1991. Accepted 7 March 1991 Evidence for CNS demyelimination was recently suggested in chronic inflammatory demyelinating polyneuropathy (CIDP).'-3 In these studies, MRI conduction blocks rather indicated a diffuse peripheral demyelination. The increase of the distal latency of the facial nerve in 1 out of 3 of these cases may indicate an asymptomatic involvement of this cranial nerve. The pathological findings in our nerve biopsies were similar to those of the literature, showing a mixed pattern of demyelination and axonal loss.'6 Eight of these 12 cases were MAG + and SGPG +, and 2 cases were MAG -and SGPG -, demonstrating a good correlation between these two antigens which have a common epitope. Cases 2 and 9 were MAG + and SGPG -, indicating that their IgM did not recognise exactly the same epitope. On the other hand, an axonopathy, as observed in case 7, with lack of anti-MAG and anti-SGPG antibodies, was rarely reported in IgM polyneuropathy'8: in our case, the neuropathy was not different from the majority group, concerning laboratory data and follow up. Chlorambucil and plasma exchanges'9 have been shown to be effective in some neuropathies associated with monoclonal IgM. The results of the treatment by chlorambucil and plasma exchanges in our cases did not differ from those previously reported, and from the preliminary results of the French cooperative study (to be published).
Questions persist regarding ataxia and tremor of the upper limbs in these patients. It has been suggested that they may be related to a disturbance of peripheral sensation, to slowing of nerve conduction in the servomotor loop, or else to an associated disorder of the central nervous system. 20 Smith et al 6noticed that the severity of the tremor and ataxia was not correlated with the degree of sensory loss, nor with the slowing of nerve conduction. They suggested that the abnormal movements had some of the characteristics of central disorders such as Parkinsonism or cerebellar disease, and were often similar to the abnormalities found in benign essential tremor. On the other hand, it is known that the most prevalent antibody activity among the IgM polyneuropathies is directed against MAG, which is found in both peripheral and central myelin.2" However, the pathogenic role of anti-MAG antibodies needs still to be demonstrated.22
In our series, gait ataxia was frequent, and postural, essential-like, tremor of the upper limbs was present in nearly half of the cases, but ataxia and tremor were not clearly correlated with the severity of the peripheral symptoms and signs, nor with the abnormalities of the electrophysiological study. Although no patient had other symptoms suggesting a CNS involvement, it was looked for systemically. The MRI will be repeated in the 3 cases with presence of anti-CNS glycolipid antibodies but normal MRI, to determine whether the presence of anti-CNS glycolipid antibodies is a significant early indication of CNS involvement.
